infection usually follows insect punctures. In the United States, such punc-
tures are mostly caused by the plum curculio (Conotrachelus nenuphar
(Hbst)). The incubation period of the fungus is very short; in favourable
circumstances the development of conidia has been observed to take place
within twenty-four hours of inoculation'(Quaintance, 1900).

The infected fruits may fall to the ground but many stay on the trees as
mummies. _ The fungus passes the winter within their tissues and renews
the production of Monilia fructifications the following spring.

The Sclerotinia stage of Sclerotinia laxa has not been found on mummified
peaches, but that of S, fructicola is of very frequent occurrence (Plate Vc)
and in Canada, the United States, Australia and New Zealand, the dissemina-
tion of ascospores in the spring is a factor of such importance that methods
of controlling brown rot includes measures for the destruction of fallen
mummified fruit.

Blossom Wilt

In Europe, peach blossom wilt is induced by 5. laxa. This fungus infects
the flowers probably mostly by way of the stigma, as in plums ; it then
invades the flower bearing twigs, causing these to wither (Twig Blisht)
(Plate XIXB).

S. fructicola produces a similar disease in those regions where it occurs
(North America, Australia and New Zealand) resulting in blossom wilt
(blossom 'blight), twig blight and cankers (Plate XXA). Roberts and Dunegan
(1926) in their inoculation experiments with this fungus, found that all parts
of the open blossoms the stigmas, anthers, petals and inner surface of the
sepals may be attacked.

Both fungi pass the winter within the tissues of the dead flowers,
mummified fruits, the twigs and the cankers, come to the surface the follow-
ing year and produce and shed conidia. Where 5. fructicola abounds, the
flowers are liable to infection not only by these conidia but also by the
ascospores liberated from the Sclerotinia fructifications on the fallen
mummies.

McCubbin (1918), from a study of peach canker in Canada considered
that the brown rot fungus acts as an initial agent only, and that while it
may be responsible for the first stage of cankers, the yearly extension of
these is caused by Valsa leucostoma which becomes established in the brown
rot lesions. This was confirmed by Willison (1931-1935) who made a special
study of peach canker in relation to the invasion of fungus wound- parasites
and by Willison and Chamberlain (1935) who found that common sites of
infection by Valsa cincta are the twig and spur lesions caused by the brown rot
fungus. The summer treatment of the brown rot fungus will -thus help
to control peach canker. Moore (1952) records an unusual instance of
Monilia fructigena causing lesions on vigorous current year shoots of
Peregrine peach ; these lesions are smooth and brown, and at first small
and circular, but later they elongate rapidly along the shoot and are often
accompanied by copious external gumming. Infection appeared to start at
lenticels. In a moist chamber the fungus was able to infect peach leaves.
It was also shown experimentally that infection could start at union cuts
made during budding operations when there were rotting peaches bearing
M. fructigena in the vicinity. This kind of infection has not yet been seen
to arise after normal budding in the nursery, but it does emphasize the
necessity of destroying infective material.

CONTROL. When peaches and nectarines are grown in gardens and green-
houses, as commonly practised in Britain, control of brown rot can be
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